After infection with varicella-zoster virus, HeLa and human embryo lung cells developed a receptor for the Fc portion of human and rabbit immunoglobulin G. The receptor was detected by both hemadsorption and immunofluorescence, using antibody-coated erythrocytes and heat-aggregated immunoglobulin G. However, sheep erythrocytes sensitized with F(ab')2 of anti-sheep erythrocyte antibody did not adsorb to the receptor. When cell-free varicella-zoster virus was inoculated into the HeLa cell monolayer, the Fc receptor appeared at first 6 h after infection; varicella-zoster virus antigen in the cytoplasm and detectable cytopathic effects appeared later.
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Cells infected with herpes simplex virus developed the ability to bind sheep erythrocytes (SE) sensitized with rabbit anti-SE serum (11) . The failure of the F(ab')2 fragment of immune gamma globulin against SE to mediate the reaction had led to the suggestion that the phenomenon was due to the appearance of a receptor for the Fc fragment of immunoglobulin in the cell membrane (14, 15) .
Recently, many believe that in addition to cells infected with herpes simplex virus cells infected with cytomegalovirus (4, 5, 9, 13) and Epstein-Barr virus (6) also exhibit an immunoglobulin G (IgG) receptor in their surface membranes. In the case of varicella-zoster virus (VZV), one of the human herpesviruses, hardly any reports have been made on the appearance of the Fc receptor on the membrane of infected cells. The present report describes aspects of an IgG receptor which appeared in cultured human cells after infection with VZV.
HeLa cells and human embryo lung (HEL) cells were cultured in Eagle miimal essential medium supplemented with penicillin (100 U/ ml), streptomycin (100 ,ug/ml), and 15% heatinactivated fetal bovine serum for HEL cells or 10% fetal bovine serum for HeLa cells. HeLa and HEL cells were seeded in a 16-mm well, multidish tray (Linbro Scientific Co. Inc.) containing a glass cover slip. The tray was incubated at 37°C in a CO2 incubator for 2 to 3 days, and the monolayers obtained were used for the experiment. Three strains of VZV isolated from patients with herpes zoster were used. VZV strain Ohtomo had been passaged at least 100 times in HEL cells, and the other two strains, Hirai and Kanno, were freshly isolated from patients and passaged 3 to 10 times in HEL cells. These three strains of VZV were identified with a reference immune serum (purchased from Flow Laboratories) by the immunofluorescence (IF) technique.
VZV-infected HEL cells were prepared by trypsinization of a HEL monolayer which had been infected with VZV. The trypsinized cells were suspended in a growth medium for HEL containing 10% dimethyl sulfoxide and then stored at -80°C until use. Cell-free VZV was prepared following the procedure reported by Schmidt and Lennette (10) .
Purified human and rabbit IgG's were obtained from pooled human sera from three children and from normal rabbit serum, using diethylaminoethyl-cellulose chromatography. These sera were confirmed for the absence of anti-VZV antibodies by indirect The reaction was also seen when the VZVinfected cells were fixed in acetone for 10 min at room temperature. Human and rabbit agg-IgG bound to the acetone-fixed, infected HeLa cells at concentrations of 0.5 and 10 mg/ml, respectively, which was 10 times the concentration of agg-IgG necessary for binding to the unfixed, infected HeLa cells.
The last experiments were performed to trace In this report, we confirmed that VZV-infected HeLa and HEL cells were adsorbed with rabbit or human IgG which had been coated on the erythrocytes or aggregated by heating. HAD was observed with three different strains of VZV and was always stronger in HeLa than in HEL cell cultures.
When the IgG fraction of rabbit anti-SE antibody was used for the sensitization of SE, HAD occurred in infected HeLa cells, but SE sensitized with the IgM fraction of anti-SE antibody did not adsorb. When the IgG of the antibody was treated with pepsin it lost the capacity to mediate HAD, although the capacity to agglutinate SE was retained. Thus, it was proved that HAD was performed by the Fc portion of the IgG antibody.
VZV-infected HeLa cells also exhibited HAD with human anti-Rho (D) antibody. There seemed to be a difference in the affinity to human IgG between the HADs by VZV-and herpes simplex virus-infected cells. In our opinion, the Fc receptor induced by VZV is likely stronger in affinity to human IgG than in that to rabbit IgG, and this is quite contrary to the receptor induced by herpes simplex virus, which had shown stronger HAD with rabbit IgG than with human IgG (15) reported that normal human sera, which were negative in complement-fixing antibody to cytomegalovirus, bound to the cytomegalovirusinfected cell surface at a high dilution (4). We also found that human agg-IgG bound to the acetone-fixed VZV-infected cells, although the concentration of IgG needed was 10 times higher than that used for binding to unfixed, infected HeLa cells. However, in our experiences during the study of VZV, human IgG from anti-VZV antibody-negative serum did not adsorb to VZVinfected cells unless it was agg-IgG. (14) , and they also adsorb native human IgG (3) .
From the time course study of the infection of cell-free VZV in HeLa cells, the 
